The effect of prolonged hyperprolactinaemia on the secretion of LH, progesterone and oestradiol, and its relationship to the maintenance of pregnancy was examined in pigs. Twelve h) on days 60, 63 and 66. Plasma concentrations of prolactin were higher (P < 0.001) in haloperidol-treated gilts than in control gilts (121.3 \ m=+-\ 4.3 ng ml -1 and 13.6 \m=+-\0.4 ng ml-1, respectively). Hyperprolactinaemia completely inhibited the pulsatile secretion of LH and diminished (P < 0.001) basal peripheral concentrations of LH (hyperprolactinaemia, 0.3 \m=+-\0.04 ng ml-1 and control, 0.6 \m=+-\0.005 ng ml -1) . Despite the inhibition of LH release in hyperprolactinaemic gilts, plasma concentrations of progesterone were higher (P < 0.001) than in the control group (20.8 \m=+-\0.6 and 12.6 \m=+-\0.2 ng ml -1, respectively). Oestradiol concentrations were not different between groups, although oestradiol tended to be higher in hyperprolactinaemic gilts than in the control group throughout the sampling period (29.1 \m=+-\1.9 versus 23.7 \m=+-\1.6 pg ml -1, respectively). Abortion did not occur in any of the gilts. These results are the first to demonstrate that induced hyperprolactinaemia during the second half of pregnancy (days 60\p=n-\66) will drastically suppress the major porcine luteotrophin but not affect pregnancy maintenance in pigs. It is possible that prolactin has a more important function in the luteotrophic complex as an additional protectant associated with the regulatory mechanism of late pregnancy maintenance than was previously reported.
Introduction
The function of prolactin and the role of the dopaminergic sys¬ tem in the regulation of gonadotrophin secretion in the main¬ tenance of late pregnancy in pigs is still unclear. Kraeling and Davis (1974) reported that hypophysectomy during late preg¬ nancy terminates pregnancy in pigs, but when prolactin was administered after hypophysectomy the pregnancy was main¬ tained (Du Mesnil du Buisson and Denamur, 1969) . Moreover, the greatest increase in prolactin-receptor content occurs at about day 60 of pregnancy (Jammes et al, 1985) . Prolactin stimulates progesterone synthesis in the corpora lutea by enhancing the uptake of lipoproteins and promoting the utiliz¬ ation of internalized cholesterol for progesterone synthesis . In addition, prolactin may stimulate mem¬ brane receptors for LH or for lipoproteins (Murphy and . These results suggest the relative importance of prolactin in the maintenance of late pregnancy in pigs. Szafranska and Ziecik (1990) 0.58%, and less than 0.01% for 5a-androstane-3,17-dione, androsterone, epiandrosterone and testosterone. Any crossreactions were determined with 5a-pregnan-3rx-ol-20a-one, 5a-pregnan-3ß-ol-20-one, progesterone, 4-pregnen-20a-ol-3-one, 4-pregnen-20ß-ol-3-one, 5ß-androstane-3a-17ß-dione, 5ß-androstane-3a-17ß-diol, 4-androstan-llß-ol-3,17-dione and 5a-androstan-17ß-ol-3-one. This (Koike et al, 1991 . In addition, Wiest et al. (1968) suggested that prolactin suppresses the enzymatic degradation of progesterone to its metabolite, 20-a-pregn-4-ene-3-one. However, Jones et al (1983) We observed a tendency for higher concentrations of oestra¬ diol during the entire treatment period in hyperprolactinaemic pigs than in control gilts. Robertson and King (1974) reported that at about days 60-70 of pregnancy in pigs, unconjugated oestrone and oestradiol concentrations begin to increase to the peak values observed before parturition. Moreover, Buttle (1989) reported that in pigs between days 60 and 80 of preg¬ nancy the fetoplacental unit, rather than the ovaries, is the major source of oestrogens. This rise is coincident with the period when it has been suggested that prolactin is the luteotrophin in pigs (Du Mesnil du Buisson and Denamur, 1968,1969) . Hyperprolactinaemia in rats (Koike et al, 1991) suppresses oestrogen-induced LH release by suppressing GnRH release from the hypothalamus. In contrast, administration of oestradiol possibly affects dopamine, probably through the tuberohypophysial system by increasing turnover and synthesis of dopamine in the median eminence, thus stimulating dopamine release into portal blood (Ben-Jonathan et al, 1989) . Oestradiol may act directly on prolactin-releasing factor(s) from the intermediate lobe (Laudon et al, 1990) , or indirectly, via hypothalamic neurones terminating in the posterior pituitary (Murai and Ben-Jonathan, 1990 ). Furthermore, the oestrogenic factor may be an enhancer' for luteotrophic function.
In conclusion, prolactin is more involved in the functions of the luteotropic complex (via a specific mechanism of 'substitutory compensation') during the second half of pregnancy in pigs than has been previously reported, but, presently, this mechanism remains unclear.
